Studies of the functional state of polymorphonuclear leucocytes (PMN) in rheumatoid arthritis and in Felty's syndrome have produced conflicting results. Mowat and Baum' found PMN chemotaxis to be reduced in rheumatoid patients, and Zivkovic and Baum2 showed similar changes in patients with Felty's syndrome. Two more recent studies 3 4 failed to detect any alteration in the ability of rheumatoid PMN to migrate, but found evidence that serum from some rheumatoid patients reduced chemotaxis as measured by modifications of the Boyden technique.5 Some discrepancies between different studies may be technical, for it is now clear that methods which involve counting the cells which reach the lower surface of micropore filters are unreliable.6 7 We report here studies of PMN motility employing more recent techniques. Cells from patients with uncomplicated rheumatoid arthritis were compared with cells from patients with Felty's syndrome and from normal controls. Simultaneous tests of PMN adhesiveness and electrophoretic motility, as well as Accepted for publication 20 August 1980. Correspondence to Dr Brown. Clq binding, complement levels (C3, C4, and CH50), rheumatoid factor, and ESR were performed on the same samples of blood.
Materials and methods

PATIENTS
Controls were 27 healthy laboratory and clinic staff (16 
COMPUTER-LINKED IMAGE ANALYSIS
The more precise distribution of cells through the filter was measured by computer-linked image analysis (Quantimet 720, Cambridge Instruments, Cambridge, England).
We have described elsewhere the technical details of this application of the Quantimet.8 Briefly, a television camera attached to a microscope transmits the microscopic image both to a screen and to a densitometer. A linked computer provides analysis and storage of the output. The microscope is focused on to the upper (starting) surface of a Micropore filter, then moves stepwise down through the filter, recording cell density at 15 Vm intervals.
Automation allows rapid, repeated sampling of random areas, and the mean value at each depth provides a profile of cell density throughout the thickness of the filter. Quantimet studies were carried out in 16 of the controls, 6 'uncomplicated' rheumatoids, and 7 Several workers have described inhibition of chemotactic migration of normal PMN after suspension of the cells in rheumatoid sera, in contrast to the unaltered migration of normal PMN after suspension in normal sera.' 3 4 13 14This impairment of chemotaxis has been attributed to phagocytosis by circulating PMN of immune complexes present in RA sera" 5 and to the adherence of immune complexes to the PMN surface.'4 Kemp et al. '4 found a significant correlation between the extent of random PMN migration inhibition and the level of Clq binding immune complexes. In a recent study '3 it was suggested that the inhibitory activity of rheumatoid sera was due to the presence of a serum inhibitor of chemotaxis. In a small number of experiments, not reported in this paper, we found that incubation of normal PMN in rheumatoid sera did not produce a consistent impairment of chemotactic migration. Whether or not these fluctuating results were a consequence of testing serum samples from patients with a wide spectrum of disease activity is being investigated.
An important factor that may explain the discrepancy in results from this study and that of Mowat 
